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We are reporting a patient who sustained a large myocardial infarction with large kissing thrombi in echocardiogram
that disappeared within 1 month without the administration of thrombolytic, anticoagulation or antiplatelet therapy.
The patient did not manifest any embolic events. This unusual course calls for specific studies on the natural history of
thrombi post myocardial infarction and the best modality to treat such thrombi.
 2012 King Saud University. Production and hosting by Elsevier B.V. All rights reserved.
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anterior myocardial infarction. With the introduc-
tion of the reperfusion therapy, the incidence has
been greatly reduced [1].
The use of anticoagulation is a standard proce-
dure in a documented thrombi, but on occasion
it may be contraindicated. The fate of the thrombi
is expected to be an emboli event especially in a
large thrombus but we encountered a unique case
that, contrary to the natural evolution and disposi-
tion of thrombi, a left ventricle thrombus devel-
oped post-acute myocardial infarction, which
then resolved spontaneously.Case report
A 63 years old male patient presented at our
emergency room with typical ischaemic chest1016–7315  2012 King Saud University.
Production and hosting by Elsevier B.V. All rights reserved.
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doi:10.1016/j.jsha.2012.01.006pain, 4 h in duration. On arrival he was hypoten-
sive and bradycardic with signs of left ventricle
failure. Electrocardiogram revealed ST elevation
in lead 1, AVL and V5–6 with Q wave in lead V1–3.
Thrombolytic therapy was commenced and an ur-
gent echocardiogram showed a mildly dilated left
ventricle with extensive hypokinesia to akinesia of
posterolateral, anterior and distal inferior walls
with a lesser affection of anteroseptal wall. Ejec-
tion fraction was 20% and multiple freely-mobile
thrombi were seen in the left ventricle cavity and
apex. They were large in size and were facing each
other (kissing) (Fig. 1). We speculate that these
thrombi probably developed subsequent to a si-
lent myocardial infarction in the anterior wall, as
the interval was too short to develop on a recent
lateral myocardial infarction. The plan was to give
t-PA 15 mg IV bolus followed by 85 mg IV infusion
over 90 min. The patient developed a trachealProduction and hosting by Elsevier
Figure 1. An apical four-chamber view of echocardiogram, showing
two large thrombi facing each other.
Figure 2. Spontaneous resolution of the thrombi in 1 month.
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only 5 mg of the infusion out of the 85 mg pre-
scribed. The infusion was discontinued as within
a short time the patient developed agastrointesti-
nal hemorrhage, and therefore the thrombolytic
therapy was not continued nor was the patient
placed on anticoagulation or antiplatelet therapy.
He was started on a small dose of carvidelol and
lisinopril. A month later, the patient was seen in
the outpatient clinic and was found to be asymp-
tomatic with no history of an embolic phenome-
non, neither his clinical nor his urine or Doppler
investigation showed that the patient had evi-
dence of silent systemic thromboembolism. A re-
peat echocardiogram showed the almost
complete disappearance of the previously ob-
served thrombi without blood thinner therapy
(Fig. 2).Discussion
This case highlights the importance of echocar-
diographic study in a patient with post myocardialinfarction [2]. In addition, it shows that a spontane-
ous resolution of the thrombi is feasible even in the
presence of large thrombi. The rapidity of the res-
olution within a month was also unexpected.
Weinreich and associates used two-dimensional
echocardiography to study 261 patients with acute
transmural myocardial infarction. Mural thrombi
were found in 46 patients. There were 43 patients
with left ventricular thrombi who were followed
for a mean duration of 15 months with serial echo-
cardiography. None of the 25 patients who received
anticoagulation treatment had an embolic event.
Embolization occurred in 7 of 18 patients who had
not received anticoagulation treatment. All embolic
events occurred within 4 months of infarction.
Although anticoagulation treatment appeared to
provide protection against embolic events, the
prevalence of left ventricular thrombi on follow-
up echocardiographic study was essentially the
same whether or not this treatment was used [3].
To ascertain the incidence of long term embolic
risk associated with left ventricular thrombi after
acute myocardial infarction, Stratton and Resnick
followed 85 patients with echocardiographically
documented left ventricular thrombi. A matched
control group of 91 patients without thrombi
were also studied. During a mean follow-up
period of 22 months after echocardiography,
embolic events occurred in 13% (11 of 85) of
patients with thrombi compared with 2% (two
of 91) of control patients (p < .01). Whether
long-term anticoagulation can reduce the embolic
rate with an acceptable risk of bleeding remains
to be determined [4].
Tamarin et al. studied the effect of warfarin ver-
sus a control group for the treatment of left ventric-
ular thrombi after acute myocardioal infarction,
and the results clearly showed that anticoagulant
treatment hastened left ventricular thrombus reso-
lution [2].
Left ventricular thrombus formation and resolu-
tion were studied by serial echocardiography in 38
patients with acute anterior myocardial infarction.
Twenty (52.6%) patients developed thrombus. A
thrombus occurred in 16 out of 28 (57.1%) patients
given streptokinase. Heparin and warfarin were
given in case of thrombus formation. No embolic
events occurred. Left ventricular thrombus forma-
tion occurred often and early after acute anterior
myocardial infarction, even when streptokinase
was given. Delayed thrombus formation is associ-
ated with wall motion deterioration. Thrombus
resolution occurs frequently during anticoagula-
tion and seems unassociated with increased em-
bolic risk [5].
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cardiomyopathy and hepatic insufficiency was
found on angiocardiography to have a mass, pre-
sumably a thrombus, within the left ventricle. A
second angiocardiogram performed five days later
showed that the thrombus had disappeared. The
mechanism involved was probably an increase of
spontaneous fibrinolysis as described in cirrhotic
patients, perhaps helped by heparin, rather than
ejection of the mass from the ventricle with silent
embolisation somewhere in the systemic circula-
tion [6].
Hajime Hirano and his co-workers report a pa-
tient with acute anteroseptal myocardial infarction
with a giant left ventricular thrombus at the apex.
Percutaneous transluminal coronary angioplasty
and intracoronary stenting were performed on the
30th day. Heparin was injected intravenously for
the first 7 days, and warfarin was administered
thereafter. The left ventricular thrombus disap-
peared after 46 days. No evidence of arterial
thromboembolism was found during the disap-
pearance of the left ventricular thrombus as deter-
mined by echocardiography [7].
Mooe et al. have studied 77 consecutive patients
with acute anterior myocardial infarction treated
with streptokinase and aspirin. Aspirin was used
routinely, whereas anticoagulants were only used
after a decision by the attending physician.
Echocardiography was performed within three
days of admission, before hospital discharge and
after 1 month of follow-up. In 5 (31%) of the 16 pa-
tients with early thrombus, the thrombus per-
sisted; in 18 (32%) of the 57 patients without early
thrombus, a new thrombus was diagnosed. The
disappearance rate between the second and third
examination was high irrespective of whether pa-
tients were treated with anticoagulants (8 of 9,
89%) or not (9 of 11, 82%) the authors concluded
that in patients with anterior myocardial infarction
treated with streptokinase and aspirin, the devel-
opment and disappearance of left ventricular
thrombi is a highly dynamic process and a large
proportion of thrombi resolve without additional
anticoagulant therapy [8].
In another series of 99 consecutive patients
prospectively studied for one year after anterior
myocardial infarction, 30 patients (30%) had a
thrombus on discharge. One month, three months,
and twelve months after hospital discharge, the
thrombus had resolved in 81%, 84%, and 90% of
the patients, respectively. The proportion of re-
solved thrombi at 1 month was high irrespective
of whether anticoagulants were given (10/11,
91%) or not (12/16, 75%), P = 0.4 [9].A series of 198 consecutive patients with acute
myocardial infarction were prospectively studied
before hospital discharge and during 24 months
of follow-up. A pre-discharge thrombus was found
in 38 (31%) of 124 patients with anterior infarction.
Early thrombolytic therapy in 34 patients did not
decrease the rate of thrombus occurrence. Echo-
cardiographic follow-up of 159 patients for at least
6 months revealed that thrombus disappeared in
14 (48%) of 29. Disappearance of thrombus was re-
lated to pre-discharge apical akinesia (but not dys-
kinesia) and to warfarin therapy during the follow-
up period. A new thrombus first appeared after
hospital discharge in 13 of 130 patients, and in 7
of the 13 it resolved during further follow-up. Thus,
30% (13 of 42) of the thrombi in these patients ap-
peared after discharge from the hospital. Systemic
embolism occurred in 6 patients, all with a pre-dis-
charge thrombus (p < 0.001). Mobility of the throm-
bus was the only variable significantly related to
subsequent embolic events (p = 0.001) by logistic
regression analysis. Thus, the pre-discharge echo-
cardiogram identifies patients with thrombus and
those at highest risk of embolic events. It can indi-
cate patients who are likely to have thrombus res-
olution and those at risk of developing a new
thrombus after hospital discharge [1].
Clearly, a large scale study is required to gather
more insight into the resolution of thrombi and
what is the best modality of treatment. This case
highlights the importance of echocardiographic
studies in patients with post myocardial infarction.Conclusion
We reported a man who sustained a large myo-
cardial infarction with large kissing thrombi in
echocardiogram that disappeared spontaneously
in 1 month. More data is needed to garner more
insight on the fate of the thrombi and what is
the best modality of treatment.Conflict of interest declaration
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